An EEG investigation of alpha and beta activity during resting states in adults with Williams syndrome by Greer, Jo et al.
Northumbria Research Link
Citation: Greer, Jo, Riby, Deborah M., McMullon, Mhairi E. G., Hamilton, Colin and Riby, Leigh (2021) 
An EEG investigation of alpha and beta activity during resting states in adults with Williams syndrome.  
BMC Psychology, 9 (1). p. 72. ISSN 2050-7283 
Published by: BioMed Central
URL: https://doi.org/10.1186/s40359-021-00575-w <https://doi.org/10.1186/s40359-021-00575-w>
This  version  was  downloaded  from  Northumbria  Research  Link: 
http://nrl.northumbria.ac.uk/id/eprint/46183/
Northumbria University has developed Northumbria Research Link (NRL) to enable users to access 
the University’s research output. Copyright © and moral rights for items on NRL are retained by the 
individual author(s) and/or other copyright owners.  Single copies of full items can be reproduced, 
displayed or performed, and given to third parties in any format or medium for personal research or 
study, educational, or not-for-profit purposes without prior permission or charge, provided the authors, 
title and full bibliographic details are given, as well as a hyperlink and/or URL to the original metadata 
page. The content must not be changed in any way. Full items must not be sold commercially in any  
format or medium without formal permission of the copyright holder.  The full policy is available online: 
http://nrl.northumbria.ac.uk/pol  i cies.html  
This  document  may differ  from the  final,  published version of  the research  and has been made 
available online in accordance with publisher policies. To read and/or cite from the published version 
of the research, please visit the publisher’s website (a subscription may be required.)
                        

Greer et al. BMC Psychol            (2021) 9:72  
https://doi.org/10.1186/s40359-021-00575-w
RESEARCH ARTICLE
An EEG investigation of alpha and beta 
activity during resting states in adults 
with Williams syndrome
Joanna M. H. Greer1*, Deborah M. Riby2,3, Mhairi E. G. McMullon1, Colin Hamilton1 and Leigh M. Riby1 
Abstract 
Background: Williams syndrome (WS) is neurodevelopmental disorder characterised by executive deficits of atten-
tion and inhibitory processing. The current study examined the neural mechanisms during resting states in adults 
with WS in order to investigate how this subserves the attention and inhibitory deficits associated with the syndrome.
Method: Adopting electroencephalography (EEG) methodology, cortical electrical activity was recorded from eleven 
adults with WS aged 35 + years during Eyes Closed (EC) and Eyes Open (EO) resting states, and compared to that 
of thirteen typically developing adults matched for chronological age (CA) and ten typically developing children 
matched for verbal mental ability (MA). Using mixed-design analyses of variance (ANOVA), analyses focused on the full 
alpha (8–12.5 Hz), low-alpha (8–10 Hz), upper-alpha (10–12.5 Hz), and beta (13–29.5 Hz) bands, as these are thought 
to have functional significance with attentional and inhibitory processes.
Results: No significant difference in alpha power were found between the WS and CA groups across all analyses, 
however a trend for numerically lower alpha power was observed in the WS group, consistent with other develop-
mental disorders characterised by attentional/inhibitory deficits such as Attention Deficit Hyperactivity Disorder 
(ADHD). In contrast, comparable beta power between the WS and CA groups during both EC/EO conditions suggests 
that their baseline EEG signature is commensurate with successful attentional processing, though this needs to be 
interpreted with caution due to the small sample size. Analyses also revealed an unusual trend for low variability in 
the EEG signature of the WS group, which contradicts the heterogeneity typically observed behaviourally.
Conclusions: This novel finding of low variability in the EEG spectra in the WS group has been previously associated 
with poor behavioural performance in ADHD and is highly informative, highlighting future research needs to also 
consider how the role of low variability in the EEG profile of WS manifests in relation to their behavioural and cogni-
tive profiles.
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Background
Williams syndrome (WS) is a neurodevelopmental dis-
order with an estimated prevalence of 1:18,000 [1], 
caused by a micro-deletion of approximately 28 genes 
on chromosome 7 (7q11.23) [2]. Several candidate genes 
(e.g. LIMK1, CYLN2, GTF21) are known to have neu-
ronal expression relevant to the behavioural and cogni-
tive phenotype associated with WS, and which draw 
attention as specific genetic markers of syndrome (see [3] 
for a review). Despite the heterogeneity of cognitive abil-
ity [4], individuals with WS typically function at the level 
of mild-to-moderate intellectual difficulty [5]. Cognitive 
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scientists are drawn to WS in particular due to the dis-
tinctive cognitive profile associated with the syndrome. 
Relatively more impaired visuo-spatial skills (e.g. [6, 7]) 
compared with relatively less impaired verbal process-
ing [8] are widely documented in the literature, though 
always within their level of intellectual difficulty. Despite 
the parallel of heterogeneity in the cognitive and behav-
ioural profiles associated with WS [9], many individuals 
with WS are exceptionally sociable in nature, are eager to 
engage in conversation with others, and have a propen-
sity to approach strangers at random [10, 11].
Evidence from a growing body of research now empha-
sises that the behavioural, cognitive, and social pro-
files associated with WS are grounded in impairments 
in the executive functioning processes of attention and 
inhibition (e.g. [9, 12, 13]). Recent research adopting 
event-related potential (ERP) methodology has been 
informative in highlighting atypicalities in the ERP sig-
nature in WS, linking this to known atypicalities in the 
behavioural and cognitive phenotype of the syndrome 
(e.g. [14–19]). However there are inconsistencies in the 
ERP literature from other developmental disorders (e.g. 
attention-deficit hyperactivity disorder (ADHD) [20]; 
Fragile X syndrome (FXS) [21], likely reflecting the 
recruitment of less impaired/spared cortical and sub-
cortical regions in order to achieve the same behavioural 
result. Certainly, it has been reported in many areas of 
functioning and across the WS developmental spectrum, 
that seemingly good performance might be achieved 
by ‘different’ routes and using different mechanisms 
(e.g. face perception; [22]). In light of this, the focus of 
this study was to investigate baseline cortical activity in 
adults with WS, in the absence of goal-directed cognitive 
processing. The central aim of the current study was to 
identify any differences in the resting-state neural sig-
nature which may underpin the attentional and inhibi-
tory behavioural profiles associated with the syndrome. 
In order to provide a more comprehensive profile of 
neuropsychological processes in WS, the current study 
adopted electroencephalography (EEG) methodology in 
order to observe cortical activity in the alpha and beta 
bands during resting states, and elucidate how these pro-
files sub-serve the behavioural and cognitive phenotypes 
associated with the syndrome.
Functional significance of the alpha and beta bands
The alpha band is primarily associated with attention, 
inhibitory processes, and the mechanisms of attention 
and consciousness (for a review, see [23]). Unlike the 
other frequency bands, alpha activity reports an inverse 
profile whereby an increase in alpha power (synchro-
nisation) is indicative of less cortical activity, whilst a 
decrease in alpha power (desynchronisation) reflects 
activity in response to visual/sensory input [24–27]. 
This increased alpha power is believed to reflect corti-
cal inhibitory processes, whereas decreased alpha power 
reflects a release from cortical inhibitory control, ena-
bling the recruitment of attentional resources in response 
to changing task demands [28, 29]. Atypical patterns in 
alpha synchronisation/desynchronisation are function-
ally associated with impairments in cognitive processing. 
For example, during stimulus–response tasks such as the 
three-stimulus Oddball paradigm [30], decreased alpha 
power prior to an upcoming No-Go stimulus signals a 
release from cortical inhibition thus enabling the cogni-
tive processes required for inhibiting motor actions [31, 
32]. However, brief increases in pre-frontal and posterior 
pre-stimulus alpha power are associated with attentional 
lapses and poorer task performance [33, 34].
Likewise, the role of the beta band in top–down vis-
ual-attentional processing is widely documented (e.g. 
[35–37]). Occipito-parietal beta power is associated 
with better performance on tasks which recruit atten-
tional processes (e.g. [36, 38, 39]), whilst increases and 
decreases in beta power are also functionally associated 
with the execution and inhibition of voluntary move-
ments. During response inhibition tasks, increased 
pre-stimulus beta power predicts successful inhibition 
in response to No-Go stimuli [40, 41]. In contrast, beta 
activity post-commission errors is characterised with 
greater rebound, indicative of increased response inhibi-
tion [42].
The functional roles of the alpha and beta bands are 
supported by behavioural deficits which can be linked 
to atypicalities in alpha and beta activity. A recent study 
investigating age-associated differences in beta activity 
during a sustained attention task in typically developing 
(TD) adults [43] found a sub-group of lower performing 
older adults, identified by greater behavioural deficits in 
sustained attention, reported significantly attenuated 
beta activity when more demanding attentional process-
ing was required. Furthermore, this group also reported 
increased alpha activity with greater task difficulty, indic-
ative of impaired task-specific alpha desynchronisation 
[44].
Similarly, the literature on developmental disorders 
supports the link between alpha/beta dysfunction and 
deficits in executive processes of attention and inhibi-
tion. Due to the lack of EEG research in WS, inspection 
of the EEG profile found in ADHD is informative as there 
are notable similarities in the attentional and inhibi-
tory profiles between the two groups [45–47]. During a 
continuous attention performance task (CPT), adults 
with ADHD displayed significantly lower frontal power 
in the low-alpha sub-band (8–10  Hz) and greater beta 
power compared with healthy age-matched TD controls, 
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indicative of increased cortical activity during sustained 
attention [48]. Furthermore, despite comparable behav-
ioural performance, low-alpha was attenuated for the 
duration of the task in the ADHD group but gradually 
increased in the control group, indicative of lesser reli-
ance on the inhibitory function of alpha during sustained 
attention across time. Loo and colleagues [48] also found 
significant correlations between frontal low-alpha power 
and increased commission errors/decreased reaction 
time (RT) in their controls but not the ADHD adults, 
indicative of an association between increasing low-alpha 
and impulsive response profile in TD individuals. In con-
trast, the ADHD group only reported a significant nega-
tive correlation of increased beta power and decreased 
behavioural task variability. Thus, chronic attenuated 
low-alpha and enhanced beta power in ADHD appears to 
be a compensatory mechanism, notably with increasing 
task demands, whereby this group require greater corti-
cal activity to maintain sustained attention and reduce 
behavioural variability. This emphasises the need to 
include electrophysiological measures  alongside behav-
ioural paradigms in research with individuals who have 
developmental disorders.
Resting states—eyes closed/eyes open
Thus far, we have emphasised the role of the alpha and 
beta bands during goal-directed cognitive processing in 
typical and atypical development. However, as demon-
strated in the neurodevelopmental literature, under cer-
tain task conditions, atypically developing groups can 
perform as well as TD individuals (behaviourally) (e.g. 
[22]). Thus, elucidating how and why the neural mecha-
nisms and their associated behavioural processes differ 
between individuals with developmental disorders and 
those developing typically can be problematic. Elec-
trophysiological activity whilst unconscious (i.e. dur-
ing sleep/coma) and during resting states (i.e. relaxed 
conscious) presents distinct profiles that can be dissoci-
ated from conscious sensory and cognitive processing 
[49–51]. By studying neural activity in the absence of 
stimulus-induced/goal-directed activity, researchers can 
distinguish how cortical and subcortical processes differ 
between active and passive conditions.
Resting-state activity is typically recorded by imple-
menting Eyes Closed (EC; whereby participants rest with 
their eyes closed), and/or Eyes Open (EO; where they 
focus on a non-task-related visual stimulus) paradigms. 
During an EC resting state, both alpha and beta report 
synchronised activity which is typically distributed over 
parieto-occipital regions [52]. Importantly, EEG sub-
bands report different EC profiles. Low-alpha reports a 
more widespread topography across anterior–posterior 
regions, whereas upper-alpha and beta are dominant 
posteriorly. Opening the eyes results in topographic 
changes whereby both alpha and beta bands demonstrate 
attenuation in power. However, the decreases in pos-
terior regions are more pronounced in alpha, whereas 
beta reports smaller posterior decreases and pre-frontal 
increases, believed to be the engagement of frontally 
controlled regions responsible for executive processes 
[52–55].
Research with developmental disorders highlights 
atypicalities in the resting-state EEG profile. For example, 
during five minutes of EC, Babiloni et  al. [56] observed 
significantly attenuated alpha, beta, and gamma in ado-
lescents with Down syndrome (DS) compared to a TD 
chronologically  age-matched (CA)  control group. Like-
wise, Woltering, Jung, Liu, and Tannock [57] observed 
attenuated alpha power in participants with ADHD com-
pared to controls during both EC and EO, whilst attenu-
ated beta is widely acknowledged in the atypical theta/
beta ratio [58]. In FXS, comparable beta power has been 
observed between these individuals and TD CA-matched 
controls, but significantly attenuated in the upper-alpha 
band (10–12.5  Hz) [59], and is linked to executive dys-
function such as attentional lapses (cf. WS; [60]). In con-
trast, there are mixed findings in the EEG resting-state 
profile in autism spectrum disorder (ASD) (for a review, 
see [61]).
EEG profile in Williams syndrome
In the WS literature, the focus on neuroimaging methods 
such as fMRI (functional Magnetic Resonance Imaging) 
and EEG is notably lacking compared to other develop-
mental disorders such as ASD and ADHD. However, 
from the available literature, it would appear that an 
atypical EEG profile is present in WS under certain con-
ditions, and which is in line with other developmental 
disorders [15, 62–66].
To date there is only one known study that specifically 
focuses on the EEG signature in WS during conscious 
resting states. Ng, Fishman, and Bellugi [67] investigated 
the profile of the alpha band in a combined EC/EO para-
digm in a cohort of adults with WS (n = 9) and a group 
of TD controls (not matched for either CA or mental 
(MA) age). Of specific interest to the authors were fron-
tal inter-hemispherical resting-state differences, which 
might underpin the disinhibited social profile associ-
ated with the syndrome. The WS group reported attenu-
ated frontal alpha power in the left hemisphere, but no 
group differences in the right hemisphere. Notably, the 
WS and TD group demonstrated an opposite pattern of 
intra-hemispheric asymmetry. The WS group reported 
greater right over left hemispherical asymmetry, whereas 
the TD controls reported greater left over right asym-
metry. Ng and colleagues [67] functionally associate 
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the over-recruitment of the left hemisphere in their WS 
group with a neuropsychological profile including exag-
gerated anxieties associated with the syndrome [68, 69]. 
As the EC and EO data were combined in the analysis, 
it is not possible to interpret the functional significance 
of their results between the two resting states. However, 
their study is highly informative, as the under-recruit-
ment of the right frontal hemisphere in the WS group 
provides preliminary evidence for atypical baseline activ-
ity during resting states in WS in the cortical regions 
functionally associated with inhibitory processes (but 
also see [70]).
Hypotheses
The aim of the current study was to characterise the alpha 
and beta band EEG profiles in adults with WS during 
both Eyes Closed and Eyes Open resting states. The three 
groups that made up the participants for this study were 
adults with WS (aged 35+ years), TD adults matched for 
chronological age (CA), and TD children matched for 
verbal mental ability (MA). We have previously reported 
findings from behavioural and electrophysiological stud-
ies which have included a verbal MA-matched control 
group [14, 71]. In light of the ongoing debate in the devel-
opmental disorder literature regarding group matching 
with TD children (see [72]), we have included compari-
son with this MA-matched group in order to highlight 
differences in the electro-cortical profiles between adults 
with WS (i.e. atypical but developed neuronal matura-
tion) and TD children with ongoing neuronal maturation. 
In light of the dearth of EEG research with WS, hypoth-
eses have been primarily guided by the ADHD literature 
due to the neurocognitive similarities between the two 
syndromes [46, 47]. It was hypothesised that adults with 
WS would report overall attenuated alpha (full alpha 
and both sub-bands) compared to the controls in both 
the Eyes Closed and Eyes Open conditions, reflective of 
the suggested state of hyper-cortical arousal as found in 
ADHD. Attenuated beta power in WS was also hypoth-
esised in both Eyes Closed and the Eyes Open conditions, 
reflective of the attentional deficits observed in their 
behavioural profile. Overall greater power values across 
all frequencies of interest was hypothesised in the MA 




The sample consisted of three groups; adults with Wil-
liams Syndrome (WS), typically developing adults 
matched for chronological age (CA), and typically devel-
oping children matched for verbal mental ability (MA). 
The WS group consisted of eleven adults (7 males, aged 
37 years 2 months–49 years 3 months, mean age 42 years 
7 months, SD 48 months) recruited via the Williams Syn-
drome Foundation, UK. Fluorescence in  situ hybridisa-
tion (FISH) testing had previously confirmed the genetic 
diagnosis for nine participants, whilst diagnosis for two 
participants was based on their clinical phenotype. Four 
of the WS participants lived independently, and seven 
lived in the parental home or sheltered accommodation 
supported by carers. Six were employed or undertook 
volunteer work, and the remainder attended daycare cen-
tres or received care assistance provided by their local 
authority.
Sixteen typically developing adults matched for chron-
ological age were recruited for the CA group (9 males, 
aged 36  years 10  months–49  years 2  months, mean age 
42  years 10  months, SD 50  months). Thirteen typically 
developing children were recruited for the MA group (7 
males, aged 8 years 7 months–15 years 7 months, mean 
age 12  years 2  months, SD 32  months). WS/MA group 
matching was based on receptive vocabulary using the 
raw scores (mean: WS—116.82, SD 10.36; MA—117.54, 
SD 12.98) from the British Picture Vocabulary Scale 
(BPVS-II; [73]). Exclusion criteria for the CA and MA 
groups were a diagnosis of any developmental disorder 
(e.g. ASD and ADHD). Where possible, written informed 
consent was provided by participants in the WS group, 
and was provided by parents/carers of all participants in 
the WS and MA groups.
The Edinburgh Handedness Inventory (EHI) was used 
to assess handedness in all participants [74]. All CA and 
MA participants were right-handed, whilst four of the 
WS group were left-handed. Participants in the CA/MA 
groups received £6.00 for participating in the study. Ethi-
cal approval was obtained from the Department of Psy-
chology ethics committee, Northumbria University.
Physiological recording
Data collection for all participants took place in the par-
ticipants’ place of residence or in the Psychology Depart-
ment, Northumbria University. Parents/carers of the 
WS and MA participants were present at the session or 
nearby. After the experimental procedure was explained, 
participants were invited to read and sign the informed 
consent form and complete the EHI.
Continuous EEG was recorded from 32 channels com-
prising of 4 midline sites (FZ, CZ, PZ, OZ), 14 left hemi-
sphere sites (Fp1, AF3, F3, F7, Fc1, Fc5, C3, T7, Cp1, Cp5, 
P3, P7, Po3, O1), and 14 right hemisphere sites (Fp2, 
Af4, F4, F8, Fc2, Fc6, C4, T8, Cp2, Cp6, P4, P8, Po4, O2). 
Electrode placement was based on the extended interna-
tional 10–20 system [75] using an electrode cap (Biosemi, 
Amsterdam, the Netherlands). The CMS/DRL electrodes 
were placed adjacent to the CZ electrode forming a 
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virtual ground, with average electrode referencing com-
puted offline. Eye blinks were assessed with electrodes 
placed above and below the left eye to record the vertical 
electrooculogram.
Power estimates were derived from the average for full-
alpha (8–12.5  Hz), low-alpha (8–10  Hz), upper-alpha 
(10–12.5  Hz), and beta (13–29.5  Hz) frequency bands 
at frontal (F3, FZ, F4), central (C3, CZ, C4), and parietal 
(P3, PZ, P4), and occipital (O1, OZ, O2) sites (see [48]).
Procedure
The participants were advised they would be required to 
sit still with their eyes closed for 2 min, then sit still with 
their eyes open for a further 2 min. During both condi-
tions, the participants were asked to remain relaxed and 
silent, avoid head and body movements, and refrain from 
blinking if possible. During the Eyes Open procedure, the 
participants were instructed to focus on a neutral spot 
straight ahead of them, and avoid eye movements for the 
duration of the task.
Data extraction
Prior to data collection, as an estimate of electrode noise, 
Biosemi electrode offset values were considered. Values 
between − 20 and + 20 mV were considered good. Auto-
matic eye blink correction, artefact rejection (values out-
side the range of − 100 to + 100 μV), and EEG averaging 
were carried out off-line using Neuroscan SCAN 4.5 soft-
ware (Compumedics, El Paso, TX). The EEG data from 
each 2-min segment were divided into 2-s epochs from 
the start of data recording. Each epoch was subject to vis-
ual inspection and any epochs containing artefacts such 
as eye movements and blinks were manually rejected. For 
each subject in both conditions, average power spectra 
were calculated using Fast Fourier Transforms. At each 
electrode, absolute power in full alpha (8–12  Hz), low-
alpha (8–10 Hz), upper-alpha (10–12.5 Hz) and the beta 
(13–29.5 Hz) bands were calculated.
Data from three from the CA group, and three from 
the MA group were excluded due to EEG artefacts which 
compromised further analysis. Thus the final sample con-
sisted of eleven adults with WS, thirteen adults matched 
for chronological age (CA), and ten children matched for 
verbal mental ability (MA).
Results
In order to characterise the resting state activity in our 
populations we focused on the dominant alpha and beta 
spectra in the brain. We present here analyses of Eyes 
Closed and Eyes Open separately to capture different 
electrophysiological components related to arousal and 
attention at rest (see Tables  1, 2). To explore these dif-
ferences, a series of analyses of variance (ANOVA) were 
employed to investigate group effects (WS vs. CA vs. 
MA) in EEG power and importantly variability in scalp 
topography (hemispheres—left vs. midline vs. right; loca-
tion—frontal vs. central vs. parietal vs. occipital). The 
ANOVAs were conducted on the following frequencies a: 
Table 1 Mean alpha and beta power (SDs in parentheses) by 
location in the Eyes Closed condition
* 1Indicates significant difference (in bold) between WS/MA groups (p < .05)
* 2Indicates significant difference (in bold) between CA/MA groups (p < .05)
Band Location WS CA MA
Full alpha Frontal 0.98 (0.75) 3.20 (3.51) 6.69 (10.03)
Central 0.68*1 (0.55) 2.10 (2.19) 4.98 (4.57)
Parietal 1.18*1 (1.01) 4.28 (4.67) 12.98 (19.00)
Occipital 2.84*1 (2.28) 11.39 (11.75) 27.91 (26.91)
Low alpha Frontal 1.59 (1.57) 3.98 (4.63) 7.93 (11.19)
Central 0.87*1 (0.71) 2.56 (3.02) 6.05 (6.58)
Parietal 1.80*1 (2.09) 4.46 (4.94) 16.21 (21.57)
Occipital 4.57*1 (4.36) 14.07 (17.76) 27.51 (21.71)
Upper alpha Frontal 0.49 (0.24) 2.57 (2.96) 5.70 (9.28)
Central 0.53*1 (0.47) 1.74*2 (1.76) 4.13 (3.24)
Parietal 0.68 (0.46) 4.14 (4.86) 10.39 (17.4)
Occipital 1.43*1 (0.98) 9.25 (8.81) 28.23 (35.05)
Beta Frontal 0.49 (0.37) 0.37 (0.24) 0.78 (0.54)
Central 1.22 (2.65) 0.37 (0.28) 0.54 (0.37)
Parietal 0.50 (0.46) 0.42 (0.27) 0.79 (0.63)
Occipital 0.96 (1.04) 0.82 ( 0.45) 1.94 (1.02)
Table 2 Mean alpha and beta power (SDs in parentheses) by 
location in the Eyes Open condition
* 1Indicates significant difference (in bold) between WS/MA groups (p < .05)
* 2Indicates significant difference (in bold) between CA/MA groups (p < .05)
Band Location WS CA MA
Full alpha Frontal 0.69*1 (0.65) 1.19 (1.69) 2.96 (3.31)
Central 0.47*1 (0.24) 0.81 (0.95) 3.01 (2.67)
Parietal 0.721 (0.94) 1.65 (2.58) 4.39 (5.9)
Occipital 1.21*1 (0.91) 2.74 (4.28) 6.17 (6.73)
Low alpha Frontal 0.98*1 (1.11) 1.23 (1.15) 3.71 (3.22)
Central 0.50*1 (0.56) 0.85 (1.04) 3.64 (3.91)
Parietal 1.11*1 (1.71) 1.41 (1.64) 5.74 (7.11)
Occipital 1.80*1 (2.09) 2.45 (3.58) 6.17 (6.44)
Upper alpha Frontal 0.38*1 (0.18) 1.15 (1.83) 2.35 (2.59)
Central 0.37*1 (0.2) 0.78 (0.91) 2.51 (1.69)
Parietal 0.40*1 (0.17) 1.84 (3.2) 3.31 (4.21)
Occipital 0.75*1 (0.29) 2.97 (4.85) 3.20 (5.16)
Beta Frontal 0.66 (0.6) 0.36 (0.26) 0.75 (0.48)
Central 0.61 (0.65) 0.30 (0.27) 0.46 (0.32)
Parietal 0.31 (0.14) 0.31 (0.21) 0.60 (0.47)
Occipital 0.67*1 (0.49) 0.63*2 (0.41) 1.32 (0.86)
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alpha (α-full), 8–12.5 Hz, b: low-alpha (α-low), 8–10 Hz, 
c: upper-alpha (α-high), 10–12.5  Hz, and d: beta (β), 
13–29.5 Hz. Where Mauchly’s test of sphericity was sig-
nificantly violated, a Greenhouse–Geisser correction was 
used. Bonferroni corrected pairwise comparisons were 
employed to analyse significant main effects. To provide a 
summary of group effects, and to allow comparison with 
research endeavours elsewhere, Cohen’s d was calculated 
for the overall difference between the WS individuals and 
control participants.
Eyes closed
Alpha band (α‑full): 8–12.5 Hz
There was a significant main effect of group 
[F(2,31) = 5.466, p = 0.009], and location 
[F(1.458,45.191) = 18.233, p < 0.001], on α-full power. 
The main effect of group was due to significantly lower 
α-full power in the WS group compared with the MA 
group (p = 0.008, d = 1.18). There was no difference 
in α-full power between the WS and the CA groups 
(p = 0.799, d = 0.98), or between the CA versus MA 
groups (p = 0.090, d = 3.21). Examining location, Bon-
ferroni corrected pairwise comparisons revealed signifi-
cantly greater occipital α-full power compared with the 
frontal, central and parietal locations (p ≤ 0.003). Parietal 
α-full power was significantly greater than the frontal 
location (p = 0.039) but not the central (p = 0.094) loca-
tion. The difference in α-full power between frontal and 
central locations did not reach significance (p = 0.438). 
These data regarding topography are consistent with the 
expected parieto-occipital maxima at rest [52].
Significant interactions between location × group 
[F(2.916,45.191) = 4.912, p = 0.005], and hemi-
sphere × location [F(1.242,38.505) = 5.657, p = 0.017] 
were also observed. Exploring the interaction with 
group, α-full power differences were evident at central 
[F(2,31) = 6.239, p = 0.005], parietal [F(2,31) = 3.436, 
p = 0.045], and occipital [F(2,31) = 6.380, p = 0.005] 
locations, primarily driven by greater power in the MA 
group. Bonferroni corrected pairwise comparisons 
revealed significantly greater α-full power in the MA than 
the WS group at the central (p = 0.005, d = 1.32), parietal 
(p = 0.050, d = 0.87), and occipital (p = 0.004, d = 1.31) 
locations, and numerically greater α-full power in the 
MA group which approached significance compared 
with the CA group at the central (p = 0.065, d = 0.80) 
and occipital (p = 0.066, d = 0.79) locations. All other 
comparisons were non-significant (p ≥ 0.098). The hemi-
sphere by location interaction was driven by significantly 
attenuated frontal and central α-full power (p ≤ 0.003) 
and significantly greater occipital α-full power (p < 0.001) 
compared to the left, midline, and right sites.
The effects sizes between the WS group and the MA 
and CA where the α-full power maxima, at rest, has been 
reported to be centred (PZ; 53) were d = 0.88 (WS vs. 
MA) and d = 0.92 (WS vs. CA).
Low‑alpha band (α‑low): 8–10 Hz
Due to the suggested disparate functions associated with 
low and upper alpha power [27] and the ratio between 
the two being related to cognitive dysfunction (e.g. [76]), 
separate analyses of Low and Upper are consider here. 
The ANOVA revealed a significant main effect of group 
[F(2,31) = 4.754, p = 0.016], due to significantly lower 
α-low power in the WS compared with the MA group 
(p = 0.014, d = 1.17), but not between the WS versus CA 
(p = 0.872, d = 0.75) or the CA versus MA (p = 0.130, 
d = 0.70) groups. A significant main effect of location was 
also observed [F(1.615,50.061) = 22.671, p < 0.001] driven 
by significantly greater occipital α-low power compared 
with frontal, central, and parietal locations (p ≤ 0.002). 
Parietal α-low power was also significantly greater 
than that observed frontally (p = 0.036) and centrally 
(p = 0.031). No difference was observed in α-low power 
between the frontal and central locations (p = 0.067). See 
Fig. 1.
Analyses revealed a significant location × group inter-
action [F(3.230,50.061) = 4.239, p = 0.008], The explo-
ration of this interaction revealed group differences 
in α-low power at central [F(2,31) = 4.472, p = 0.020], 
parietal [F(2,31) = 4.216, p = 0.024], and occipital 
[F(2,31) = 5.219, p = 0.011] locations. Bonferroni cor-
rected pairwise comparisons revealed group differences 
were due to significantly lower α-low power in the WS 
group compared to the MA group centrally (p = 0.018, 
d = 1.11), parietally (p = 0.031, d = 0.94), and occipitally 
(p = 0.009, d = 1.46). All other analyses were non-signif-
icant (p ≥ 0.083).
A significant location × hemisphere 
[F(1.527,47.324) = 6.452, p = 0.006] interaction was 
observed. Again, the interaction effect was due to sig-
nificantly attenuated frontal and central, and significantly 
greater occipital α-low power compared with the left, 
midline, and right sites (p < 0.001).
The effects sizes between the WS group and the MA 
and CA groups where α-low power maxima, at rest, has 
been reported to be centred (PZ; [27]) were d = 0.94 (WS 
vs. MA) and d = 0.70 (WS vs. CA).
Upper‑alpha band (α‑high): 10–12.5 Hz
The ANOVA revealed a significant main effect of 
group [F(2,31) = 4.993, p = 0.013]. Bonferroni cor-
rected pairwise comparisons revealed significantly 
lower α-high power in the WS group compared with 
the MA group (p = 0.012, d = 1.09). No differences 
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were observed between the WS versus CA groups 
(p = 0.887, d = 1.15) or between the CA versus MA 
groups (p = 0.109, d = 0.71). The main effect of location 
[F(1.275,39.523) = 10.435, p = 0.001], was due to sig-
nificantly greater occipital α-high power compared with 
the frontal (p = 0.008), central (p = 0.010), and parietal 
(p = 0.036) locations. All other analyses were non-sig-
nificant (p ≥ 0.071). See Fig. 2.
The analyses also revealed a significant location × group 
interaction [F(2.550,39.523) = 3.977, p = 0.019]. Explora-
tion of this interaction revealed significant group effects 
at the central [F(2,31) = 8.104, p = 0.001], and occipital 
[F(2,31) = 5.117, p = 0.012] locations only. Bonferroni 
Fig. 1 Mean absolute Eyes Cosed low-alpha power (µV2) and spectral mapping. Error bars represent SDs
Fig. 2 Mean absolute Eyes Closed upper-alpha power (µV2) and spectral mapping. Error bars represent SDs
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corrected pairwise comparisons revealed significantly 
greater central α-high power in the MA group compared 
with both the WS (p = 0.001, d = 1.56) and CA (p = 0.030, 
d = 0.92) groups. Occipital α-high power was also signifi-
cantly greater in the MA group compared with the WS 
group (p = 0.012, d = 1.08). All other comparisons were 
non-significant (p ≥ 0.086). A significant location × hemi-
sphere interaction [F(1.252,38.823) = 3.985, p = 0.044] 
was also observed. Paired samples t-tests revealed sig-
nificantly attenuated α-high power at frontal and central 
locations (p ≤ 0.016) and significantly greater occipital 
α-high (p ≤ 0.008) compared with the left, midline, and 
right sites.
The effects sizes between the WS group and the MA 
and CA groups where α-upper power maxima has been 
reported to be centred (PZ; 27) were d = 0.79 (WS vs. 
MA) and d = 1.00 (WS vs. CA).
Beta band (β): 13–29.5 Hz
The ANOVA examining beta spectra revealed a sig-
nificant main effect of location [F(1.356,42.042) = 5.781, 
p = 0.013]. Bonferroni corrected pairwise comparisons 
revealed significantly greater occipital β power com-
pared with the frontal and parietal locations (p < 0.001). 
All other comparisons by location were non-significant 
(p ≥ 0.458). All other main and interaction effects were 
non-significant (p ≥ 0.105). See Fig. 3.
The effects sizes between the WS group and the MA 
and CA groups  where Beta power maxima has been 
reported to be centred (FZ; [77]) were d = 0.62 (WS vs. 
MA) and d = 0.39 (WS vs. CA).
Summary of the Eyes Closed results
The typically reported posterior maxima topographi-
cal distribution was observed in the alpha band (full 
alpha and sub-bands) and beta band in all three groups. 
Group differences were typically due to significantly 
greater alpha power in the MA group compared to the 
WS group; however numerically lower alpha power was 
consistently observed in the WS group compared to the 
CA controls. No group differences in beta power were 
observed.
Eyes Open
Alpha band (α‑full): 8–12.5 Hz
Analyses identified a significant main effect of group 
[F(2,31) = 3.930, p = 0.030] on α-full power. Bonferroni 
corrected pairwise comparisons identified significantly 
greater α-full power in the MA group compared with the 
WS group (p = 0.033, d = 1.05), but no difference in α-full 
power between the WS versus CA (p = 1.00, d = 0.049) 
and CA versus MA (p = 0.131, d = 0.70) groups. The sig-
nificant main effect of location [F(1.369,42.432) = 10.444, 
p = 0.001] was due to significantly greater occipital 
α-full power compared with the frontal (p = 0.003), cen-
tral (p = 0.011), and parietal (p = 0.012) locations. All 
Fig. 3 Mean absolute Eyes Closed beta power (µV2) and spectral mapping. Error bars represent SDs
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other main effects and interactions were non-significant 
(p ≥ 0.088).
The effects sizes between the WS group and the 
MA and CA where the α-full power maxima has been 
reported to be centred (PZ; 53) were d = 0.86 (WS vs. 
MA) and d = 0.48 (WS vs. CA).
Low‑alpha band (α‑low): 8–10 Hz
The ANOVA identified a significant main effect of group 
[F(2,31) = 3.860, p = 0.032] on α-low power. Bonferroni 
corrected pairwise comparisons revealed numerically 
greater α-low power in the MA group that approached 
significance compared to the WS group (p = 0.051, 
d = 0.91), but not the CA group (p = 0.076, d = 0.79). 
There was no difference in α-low power between the WS 
and CA groups (p = 1.00, d = 0.22). The significant main 
effect of location [F(2.140,66.351) = 8.705, p < 0.001] was 
due to significantly greater occipital α-low power com-
pared with both frontal and central locations (p ≤ 0.003) 
but not with the parietal location (p = 0.540). All other 
main and interaction effects were non-significant 
(p ≥ 0.104). See Fig. 4.
The effects sizes between the WS group and the MA 
and CA where α-low power maxima has been reported 
to be centred (PZ; [27]) were d = 0.91 (WS vs. MA) and 
d = 0.18 (WS vs. CA).
Upper‑alpha band (α‑high): 10–12.5 Hz
The ANOVA identified a significant main effect of group 
[F(2,31) = 3.788, p = 0.034]. Bonferroni corrected pair-
wise comparisons identified significantly greater α-high 
power in the MA group compared with the WS group 
(p = 0.031, d = 1.19). There was no difference in α-high 
power between the WS versus CA (p = 0.795, d = 0.64) 
and the CA versus MA (p = 0.277, d = 0.59) groups. Anal-
yses also revealed a significant main effect of location 
[F(1.123,34.799) = 9.556, p = 0.003], due to significantly 
greater occipital α-high power compared with the fron-
tal (p = 0.005), central (p = 0.036), and parietal (p = 0.003) 
locations. All other main effects and interactions were 
non-significant (p ≥ 0.090). See Fig. 5.
The effects sizes between the WS group and the MA 
and CA groups where α-upper power maxima has been 
reported to be centred (PZ; [27]) were d = 0.98 (WS vs. 
MA) and d = 0.64 (WS vs. CA).
Beta band (β): 13–29.5 Hz
The main effect of group approached significance 
[F(2,31) = 3.249, p = 0.052] due to significantly greater 
β power in the MA group compared to the CA group 
(p = 0.048, d = 0.96), whereas differences between the 
WS vs. CA (p = 0.828, d = 0.59) and WS versus MA 
(p = 0.502, d = 0.53) groups were non-significant. The 
ANOVA revealed a significant main effect of location 
[F(2.119,65.694) = 13.523, p < 0.001]. Bonferroni cor-
rected pairwise comparisons revealed significantly 
greater occipital β power than observed frontally 
(p = 0.034), centrally (p = 0.003), and parietally (p < 0.001). 
In contrast, parietal β power was significantly lower com-
pared with the frontal location (p = 0.041). All other anal-
yses were non-significant (p ≥ 0.520). See Fig. 6.
Fig. 4 Mean absolute Eyes Open low-alpha power (µV2) and spectral mapping. Error bars represent SDs
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No main effect of hemisphere was observed, 
[F(1.395,43.231) = 3.063, p = 0.074] however analy-
ses did reveal a significant group × location interaction 
[F(4.238,65.694) = 3.091, p = 0.020]. Examination of this 
interaction identified significant differences by group 
in the parietal [F(2,31) = 3.313, p = 0.050], and occipital 
[F(2,31) = 4.529, p = 0.019] locations. Bonferroni cor-
rected pairwise comparisons revealed significantly 
greater occipital β power in the MA group compared 
with the CA group (p = 0.028, d = 1.03) group and 
approached significance compared with both the WS 
Fig. 5 Mean absolute Eyes Open upper-alpha power (µV2) and spectral mapping. Error bars represent SDs
Fig. 6 Mean absolute Eyes Open beta power (µV2) and spectral mapping. Error bars represent SDs
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group (p = 0.054, d = 0.93). All other interaction analyses 
were non-significant (p ≥ 0.081).
The effects sizes between the WS group and the MA 
and CA groups  where Beta power maxima has been 
reported to be centred (FZ; [77]) were d = 0.17 (WS vs. 
MA) and d = 0.64 (WS vs. CA).
Summary
As observed in the EC results, the typically reported 
parieto-occipital maxima topographical distribution in 
the alpha band (full alpha and sub-bands) and the fronto-
occipital maxima in the beta band mirrored the expected 
topographical distribution. Significant results by group 
were typically due to increased alpha and beta power in 
the MA group.
Discussion
The current study examined the EEG spectral profiles 
of the alpha and beta bands in adults with WS, and how 
these support the attentional and inhibitory deficits 
reported in the literature (e.g. [9, 12, 13, 78]). The results 
of the current study are informative as, to date, there is 
no known published research which evaluates the spec-
tral power profiles of adults with WS between EC and 
EO resting states. Analyses found that power in both 
the alpha (full and sub-bands) and beta bands observed 
in the WS group matched the topographical distribu-
tions observed in TD individuals during resting states. 
The analysis also confirms the WS group’s profile is not 
reflective of their verbal mental age; therefore our evalu-
ation of the data focuses primarily on the WS and CA 
groups’ results.
Overall, during the EC condition, all groups reported 
a profile characterised by a posterior topographical dis-
tribution as previously reported [27, 52, 53]. Upper-alpha 
was characterised by an occipital maximum as expected 
[27, 54] whist full- alpha and low-alpha were character-
ised by an occipito-parietal distribution [79]. Opening 
the eyes (EO) resulted in an overall attenuation of cor-
tical activity in both alpha and beta bands in all groups 
as expected based on the evidence from TD individuals 
[27, 52, 53], and from the limited developmental disor-
der literature (e.g. ASD, [61]; ADHD, [57]). Inspection of 
the full- and sub-bands of alpha identified similar topo-
graphical distributions by location as observed during 
EC. There were no differences in beta power by hemi-
sphere on opening the eyes, however all groups reported 
an occipital maximum [52, 53, 55].
When considering results by group, overall, the dif-
ferences were dominated by significantly greater alpha 
power in the MA group compared with the WS group 
during both the EC and EO conditions, and significantly 
greater beta in the MA group compared with the CA 
group during the EO condition. These are likely reflec-
tive of age-associated differences in oscillatory firing 
rates due to neuronal maturation [80, 81]. In contrast, the 
differences between the WS and CA groups were non-
significant across all frequencies, though the WS group 
consistently reported numerically lower power in the 
full-alpha band and alpha sub-bands in both conditions. 
The lack of statistical significance prevents interpreta-
tion of the observed attenuated alpha power in the WS 
group, however attenuated full- and low-alpha compared 
to the CA and MA groups was predicted based on the 
existing literature with other developmental disorders 
with attentional deficiencies including FXS [59], DS [56], 
and ADHD [57, 82, 83]. In WS, significantly attenuated 
alpha power has been observed in research using com-
bined EC/EO data [67], and in sleep states [64, 65]. In 
ADHD, attenuated alpha power during resting states 
is thought to reflect an ongoing state of cortical hyper-
arousal even in the absence of cognitive processing [48]. 
This is of notable interest due to the atypical behavioural 
attentional and inhibitory profile associated with WS [9, 
84–86] and warrants further investigation with greater 
sample sizes in order to establish whether this can rep-
licated and can be supported statistically. Furthermore, 
future research needs to take a cross-syndrome approach 
to identify whether this a deficit specific to neurodevel-
opmental disorders or indicative of atypical attentional 
control in general.
In the beta band, there were no group differences 
between the WS and the CA controls during both condi-
tions, which was not expected. Whilst previous research 
demonstrates greater beta power in WS during sleep 
[64], cortical and subcortical activity differs between 
resting- and sleep states [87–89]. Thus, the hypothesis 
of attenuated beta was guided by the ADHD literature, 
in which attenuated beta is widely documented as part 
of its EEG profile (e.g. [58]). Other developmental dis-
orders also report contradictory findings; beta is attenu-
ated in DS during EC [56], comparable to controls in FXS 
[59], but inconsistent in ASD [61]. Whilst these differ-
ences make interpretation of the functional significance 
of beta in developmental disorders more complicated, 
the comparable beta power between the WS and CA 
groups is informative here. Indeed, these comparisons 
across groups are highly informative for the development 
of syndrome-specific theories. The beta band is typically 
associated with visuo-attentional processes [35–37] and 
linked with motor control [90]. It has been demonstrated 
that behavioural performance (hit rates) in WS is com-
parable to controls during conditions of low attentional 
demands (e.g. [12, 14]), whereas performance is impaired 
compared to controls when attentional demands are 
great (e.g. [78]). [Of note, the emphasis here is on level of 
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task difficulty, as greater RT in all of the aforementioned 
studies was indicative of general attentional deficits 
in this group of adults with WS.] Thus, the compara-
ble levels in beta power between the WS group and CA 
controls reported here suggest that the small sample of 
individuals with WS recruited for this study have a pro-
file of resting-state cortical activation commensurate 
with successful attentional processing and motor con-
trol. Future research paradigms should therefore focus 
on beta power during resting states, and also during low- 
and high-attentional processing in a much larger sample 
of individuals with WS, in order to elucidate (a) whether 
the pattern here can be replicated, (b) at what stage in 
cognitive processing atypicalities (if any) in beta power 
manifest, and (c) how these sub-serve their attentional 
deficits reported behaviourally. A further important area 
of research would be to investigate the alpha/beta ratio 
in WS, and its impact during attentional processing (cf. 
[91]). Currently, the dearth of research employing EEG 
methodology in WS makes interpretation of the current 
data more challenging.
The aforementioned questions may be in part answered 
by investigating the role of variability in the WS EEG pro-
file. The issue of variability is widely documented in the 
WS, with high levels of variability typically associated 
with WS behavioural and cognitive phenotypes [4, 92]. 
Visual inspection of the current data noted an inverse 
pattern of variance, notably in the alpha band, with high 
variability in the control groups and low variability in 
the WS group. Thus, the lack of statistical significance 
between groups in the current study may be in part due 
to the high levels of variability identified in the alpha 
bands of the CA group; though we emphasise this is a 
highly tentative suggestion and should be addressed with 
caution as no statistical analyses were conducted. Low 
variability in the WS group was more apparent in the 
upper-alpha band of both conditions, and low-alpha dur-
ing EC; whereas variability in low-alpha during the EO 
condition was similar to that observed in the beta band. 
Though the functional significance is not clearly defined, 
low-alpha and beta are both associated with attentional 
processes [27, 36, 37]. Therefore, this pattern of variability 
may be indicative of a dissociation in WS between the EO 
resting-state alpha oscillations which sub-serve general 
attentional processes and those with a greater functional 
association with more specialised cognitive processes. 
This clearly requires further empirical investigation and 
with much larger sample sizes before any interpretation 
can be made as this contradicts the heterogeneity typi-
cally associated with WS. However, this phenomenon of 
reduced variability has also been previously reported in 
EEG research with ADHD adults [57], who also observed 
significantly less variability in the alpha band in adults 
with ADHD compared with healthy controls.
A final notable finding of the study relates to the mental 
age-matching procedure. The issue of appropriate con-
trol group matching has been discussed throughout the 
developmental disorder literature (see [72]). As noted, 
the MA group consistently reported numerically greater 
alpha and beta power in both the EC and EO conditions 
compared with the WS and CA groups. In most analy-
ses this was significantly greater than the WS group, but 
notably during the EO condition the MA group reported 
significantly greater beta power than the CA group. A 
caveat when comparing EEG profiles between adults and 
children are differences in oscillatory firing rates, as these 
are typically faster in children than in adults (for a dis-
cussion, see [81]). Thus, frequency distributions between 
adults and children may not be comparable as the devel-
opmental profile of EEG oscillations is not complete until 
early adulthood [80]. The children in the MA sample here 
were aged from 8 to 16 years of age with the majority of 
participants aged ~ 12  years old, thus including verbal 
mental age-matched controls is not overly informative 
(see [93] for an extensive study on developmental and 
child pathological comparison). Rather than mental-
age matching, comparison with an atypically developing 
cohort such as ADHD would be more beneficial in order 
to elucidate whether group differences are syndrome-
specific, or due to atypical development in general.
Conclusion
In conclusion, to date the current study is the first known 
research endeavour to evaluate the oscillatory profile of 
the alpha and beta bands in WS during EC and EO rest-
ing states separately. The study found no significant dif-
ference in full-alpha power or alpha sub-bands between 
our WS sample and the CA/MA control groups; however 
the numerically lower power observed in the WS group 
is similar with other developmental disorders character-
ised by attentional/inhibitory deficits and requires fur-
ther empirical investigation. In contrast, the comparable 
beta power between WS and CA groups during both EC/
EO conditions suggests that their baseline EEG signature 
is commensurate with successful attentional processing, 
though this needs to be interpreted with caution due 
to the small sample size. Notably, the unusual trend for 
low variability in the EEG signature of the WS group is 
a novel observation as this contradicts the heterogeneity 
typically observed behaviourally. This clearly also war-
rants further investigation with both larger sample sizes 
including a group of WS individuals with a more variable 
attentional profile, and with more detailed inspection of 
functional connectivity, in order to clarify the role of EEG 
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variability in the cognitive and behavioural profile associ-
ated with the syndrome.
Abbreviations
ADHD: Attention deficit hyperactivity disorder; ANOVA: Analysis of variance; 
ASD: Autism spectrum disorder; BPVS: British Picture Vocabulary Scale; CA: 
Chronologically age-matched; CPT: Continuous performance task; DS: Down 
syndrome; EC: Eyes closed; EEG: Electroencephalography; EHI: Edinburgh 
handedness inventory; EO: Eyes open; ERP: Event related potential; FISH: 
Fluorescence in situ hybridisation; fMRI: Functional magnetic resonance imag-
ing; FXS: Fragile X syndrome; MA: Mental age-matched; RT: Reaction time; TD: 
Typically developing; WS: Williams syndrome.
Acknowledgements
We express our gratitude to the Williams Syndrome Foundation UK for giving 
their approval to contact their members, and to the members and families for 
their consent, participation, and time.
Authors’ contributions
LR conceived the project. JG and MMcM collected the data. JG and LR ana-
lysed the data. All authors contributed to the writing of the manuscript, and all 
read and approved the final version.
Funding
The research did not receive any specific grant from funding agencies in the 
public, commercial or not-for-profit sectors. The research was conducted as 
part of a PhD with travel expenses covered by the Department of Psychology, 
Northumbria University.
Availability of data and materials
The datasets generated and analysed during the current study are available in 
the Northumbria University research repository. (https:// doi. org/ 10. 25398/ rd. 
north umbria. 12254 054).
Declarations
Ethics approval obtained and consent to participate
Ethical approval was obtained from the Department of Psychology Ethics 
Committee, Northumbria University. All participants gave their written 
informed consent before taking part. Written informed consent was also pro-
vided by the parents/carers of the Williams syndrome participants and from 




The authors declare they have no competing interests.
Author details
1 Department of Psychology, Northumbria University, Newcastle upon Tyne, 
UK. 2 Department of Psychology, Durham University, Durham, UK. 3 Centre 
for Developmental Disorders, Durham University, Durham, UK. 
Received: 29 May 2020   Accepted: 27 April 2021
References
 1. Morris CA, Mervis CB. Williams syndrome and related disorders. Annu Rev 
Genomics Hum Genet. 2000;1:461–84.
 2. Osborne LR, Mervis CB. Rearrangements of the Williams-Beuren syn-
drome locus: molecular basis and implications for speech and language 
development. Expert Rev Mol Med. 2007;9(150):1–6.
 3. Meyer-Lindenberg A, Mervis CB, Faith BK. Neural mechanisms in Williams 
syndrome: a unique window to genetic influences on cognition and 
behaviour. Nat Rev Neurosci. 2006;7:389–93.
 4. Porter MA, Coltheart M. Cognitive heterogeneity in Williams syndrome. 
Dev Neuropsychol. 2005;27(2):276–305.
 5. Searcy YM, Lincoln AJ, Rose FE, Klima ES, Bavar N, Korenberg JR. The 
relationship between age and IQ in adults with Williams syndrome. Am J 
Ment Retard. 2004;109(3):231–6.
 6. Jarrold C, Baddeley AD, Phillips C. Long-term memory for verbal and 
visual information in down syndrome and Williams syndrome: perfor-
mance on the doors and people test. Cortex. 2007;43(2):233–47.
 7. Vicari S, Bellucci S, Carlesimo GA. Visual and spatial long-term memory: 
differential pattern of impairments in Williams and Down syndromes. Dev 
Med Child Neurol. 2005;47:305–11.
 8. Brock J. Language abilities in Williams syndrome: a critical review. Dev 
Psychopathol. 2007;19:97–127.
 9. Little K, Riby DM, Janes E, Clark F, Fleck R, Rodgers J. Heterogeneity of 
social approach behaviour in Williams syndrome: the role of response 
inhibition. Res Dev Disabil. 2013;34:959–67.
 10. Mervis CB, Klein-Tasman BP. Williams syndrome: cognition, per-
sonality, and adaptive behavior. Ment Retard Dev Disabil Res Rev. 
2000;6:148–58.
 11. Riby DM, Kirk H, Hanley M, Riby LM. Stranger danger awareness in Wil-
liams syndrome. J Intellect Disabil Res. 2014;58(6):572–82.
 12. Costanzo F, Varuzza C, Menghini D, Addona F, Gianesini T, Vicari 
S. Executive functions in intellectual disabilities: a comparison 
between Williams syndrome and Down syndrome. Res Dev Disabil. 
2013;34:1770–80.
 13. Riby DM, Jones N, Brown PH, Robinson LJ, Langton SRH, Bruce V, 
et al. Attention to faces in Williams syndrome. J Autism Dev Disord. 
2011;41:1228–39.
 14. Greer JMH, Hamilton C, McMullon MEG, Riby DM, Riby LM. An event 
related potential study of ihibitory and attentional control in Williams 
syndrome adults. PLoS ONE. 2017;12(2):e0170180. https:// doi. org/ 10. 
1371/ journ al. pone. 01701 80.
 15. Grice SJ, Spratling MW, Karmiloff-Smith A, Halit H, Csibra G, Dehaan M, 
et al. Disordered visual processing and oscillatory brain activity in autism 
and Williams syndrome. NeuroReport. 2001;12(12):2697–700.
 16. Key APF, Dykens EM. Electrophysiological study of local/global processing 
in Williams syndrome. J Neurodev Disord. 2011;3:28–38.
 17. Key AP, Dykens EM. Face repetition detection and social interest: An ERP 
study in adults with and without Williams syndrome. Soc Neurosci. 2016. 
https:// doi. org/ 10. 1080/ 17470 919. 2015. 11307 43.
 18. Mills DL, Alvarez TD, St. George M, Appelbaum LG, Bellugi U, Neville H III. 
Electrophysiological studies of face processing in Williams syndrome. J 
Cogn Neurosci. 2000;12(1):47–64.
 19. Mills DL, Dai L, Fishman I, Yam A, Appelbaum LG, St. George M, et al. 
Genetic mapping of brain plasticity across development in Williams syn-
drome: ERP markers of face and language processing. Dev Neuropsychol. 
2013;38(8):613–42.
 20. Prox V, Dietrich DE, Zhang Y, Emrich HM, Ohlmeier MD. Attentional 
processing in adults with ADHD as reflected by event-related potentials. 
Neurosci Lett. 2007;419:236–41.
 21. Menon V, Leroux J, White CD, Reiss AL. Frontostriatal deficits in fragile X 
syndrome: relation to FMR1 gene expression. Proc Natl Acad Sci USA. 
2004;101(10):3615–20.
 22. Karmiloff-Smith A, Thomas M, Annaz D, Humphreys K, Ewing S, Brace 
N, et al. Exploring the Williams syndrome face-processing debate: the 
importance of building developmental trajectories. J Child Psychol 
Psychiatry Allied Discip. 2004;45(7):1258–74.
 23. Palva S, Palva JM. New vistas for α-frequency band oscillations. Trends 
Neurosci. 2007;30(4):150–8.
 24. Bollimunta A, Mo J, Schroeder CE, Ding M. Neuronal mechanisms and 
attentional modulation of corticothalamic alpha oscillations. J Neurosci. 
2011;31(13):4935–43.
 25. Jensen O. Oscillations in the alpha band (9–12 Hz) Increase with memory 
load during retention in a short-term memory task. Cereb Cortex. 
2002;12(8):877–82.
 26. Klimesch W. Alpha-band oscillations, attention, and controlled access to 
stored information. Trends Cogn Sci. 2012;16(12):606–17.
 27. Klimesch W, Sauseng P, Hanslmayr S. EEG alpha oscillations: the 
inhibition-timing hypothesis. Brain Res Rev. 2007;53:63–88.
Page 14 of 15Greer et al. BMC Psychol            (2021) 9:72 
 28. Haegens S, Händel BF, Jensen O. Top-down controlled alpha band activity 
in somatosensory areas determines behavioral performance in a discrimi-
nation task. J Neurosci. 2011;31:5197–204.
 29. Von Stein A, Chiang C, König P. Top-down processing mediated by inter-
areal synchronization. Proc Natl Acad Sci USA. 2000;97:14748–53.
 30. Donchin E, Ritter W, McCallum WC. Cognitive psychophysiology: the 
endogenous components of the ERP. In: Event-related brain potentials in 
man. 1978. p. 349–411.
 31. De Blasio FM, Barry RJ. Prestimulus alpha and beta determinants of ERP 
responses in the Go/NoGo task. Int J Psychophysiol. 2013;89(1):9–17.
 32. Dockree PM, Kelly SP, Roche RAP, Hogan MJ, Reilly RB, Robertson IH. 
Behavioural and physiological impairments of sustained attention after 
traumatic brain injury. Cogn Brain Res. 2004;20:403–14.
 33. Macdonald JSP, Mathan S, Yeung N. Trial-by-trial variations in subjective 
attentional state are reflected in ongoing prestimulus EEG alpha oscilla-
tions. Front Psychol. 2011;2(82):1–16.
 34. van Driel J, Richard Ridderinkhof K, Cohen MX. Not all errors are alike: 
Theta and alpha EEG dynamics relate to differences in error-processing 
dynamics. J Neurosci. 2012;32(47):16795–808.
 35. Gross J, Schmitz F, Schnitzler I, Kessler K, Shapiro K, Hommel B, et al. 
Modulation of long-range neural synchrony reflects temporal limitations 
of visual attention in humans. Proc Natl Acad Sci USA. 2004;101:13050–5.
 36. Kamiński J, Brzezicka A, Gola M, Wróbel A. Beta band oscillations engage-
ment in human alertness process. Int J Psychophysiol. 2012;85:125–8.
 37. Siegel M, Donner TH, Engel AK. Spectral fingerprints of large-scale neu-
ronal interactions. Nat Rev Neurosci. 2012;13:121–33.
 38. Basile LFH, Anghinah R, Ribeiro P, Ramos RT, Piedade R, Ballester G, et al. 
Interindividual variability in EEG correlates of attention and limits of 
functional mapping. Int J Psychophysiol. 2007;65:238–51.
 39. MacLean MH, Arnell KM, Cote KA. Resting EEG in alpha and beta bands 
predicts individual differences in attentional blink magnitude. Brain Cogn. 
2012;78:218–29.
 40. Swann N, Tandon N, Canolty R, Ellmore TM, McEvoy LK, Dreyer S, et al. 
Intracranial EEG reveals a time- and frequency-specific role for the right 
inferior frontal gyrus and primary motor cortex in stopping initiated 
responses. J Neurosci. 2009;29:12675–85.
 41. Wheaton L, Fridman E, Bohlhalter S, Vorbach S, Hallett M. Left parietal 
activation related to planning, executing and suppressing praxis hand 
movements. Clin Neurophysiol. 2009;120(5):1–16.
 42. Koelewijn T, van Schie HT, Bekkering H, Oostenveld R, Jensen O. Motor-
cortical beta oscillations are modulated by correctness of observed 
action. Neuroimage. 2008;40:767–75.
 43. Gola M, Magnuski M, Szumska I, Wróbel A. EEG beta band activity is 
related to attention and attentional deficits in the visual performance of 
elderly subjects. Int J Psychophysiol. 2013;89:334–41.
 44. O’Connell RG, Dockree PM, Bellgrove MA, Turin A, Ward S, Foxe JJ, et al. 
Two types of action error: electrophysiological evidence for separable 
inhibitory and sustained attention neural mechanisms producing error 
on Go/No-go tasks. J Cogn Neurosci. 2009;21(1):93–104.
 45. Leyfer OT, Woodruff-Borden J, Klein-Tasman BP, Fricke JS, Mervis CB. 
Prevalence of psychiatric disorders in 4 to 16-year-olds with Williams syn-
drome. Am J Med Genet Part B Neuropsychiatr Genet. 2006;141B:615–22.
 46. Rhodes SM, Riby DM, Matthews K, Coghill DR. Attention-deficit/hyperac-
tivity disorder and Williams syndrome: shared behavioral and neuropsy-
chological profiles. J Clin Exp Neuropsychol. 2011;33(1):147–56.
 47. Rhodes SM, Riby DM, Fraser E, Campbell LE. The extent of working 
memory deficits associated with Williams syndrome: Exploration of verbal 
and spatial domains and executively controlled processes. Brain Cogn. 
2011;77:208–14.
 48. Loo SK, Hale TS, Macion J, Hanada G, McGough JJ, McCracken JT, et al. 
Cortical activity patterns in ADHD during arousal, activation and sus-
tained attention. Neuropsychologia. 2009;47:2114–9.
 49. Cirelli C, Tononi G. Cortical development, electroencephalogram rhythms, 
and the sleep/wake cycle. Biol Psychiat. 2015;77:1071–8.
 50. Gosseries O, Thibaut A, Boly M, Rosanova M, Massimini M, Laureys S. 
Assessing consciousness in coma and related states using transcranial 
magnetic stimulation combined with electroencephalography. Ann Fr 
Anesth Reanim. 2014;33(2):65–71.
 51. Marzano C, Moroni F, Gorgoni M, Nobili L, Ferrara M, De Gennaro L. How 
we fall asleep: regional and temporal differences in electroencephalo-
graphic synchronization at sleep onset. Sleep Med. 2013;14(11):1112–22.
 52. Chen ACN, Feng W, Zhao H, Yin Y, Wang P. EEG default mode network 
in the human brain: spectral regional field powers. Neuroimage. 
2008;41:561–74.
 53. Barry RJ, Clarke AR, Johnstone SJ, Magee CA, Rushby JA. EEG differences 
between eyes-closed and eyes-open resting conditions. Clin Neurophys-
iol. 2007;118:2765–73.
 54. Klimesch W. EEG alpha and theta oscillations reflect cognitive and mem-
ory performance: a review and analysis. Brain Res Rev. 1999;29:169–95.
 55. Mantini D, Perrucci MG, Del Gratta C, Romani GL, Corbetta M. Electro-
physiological signatures of resting state networks in the human brain. 
Proc Natl Acad Sci USA. 2007;7(104):13170–5.
 56. Babiloni C, Albertini G, Onorati P, Vecchio F, Buffo P, Sarà M, et al. Inter-
hemispheric functional coupling of eyes-closed resting EEG rhythms in 
adolescents with Down syndrome. Clin Neurophysiol. 2009;120:1619–27.
 57. Woltering S, Jung J, Liu Z, Tannock R. Resting state EEG oscillatory power 
differences in ADHD college students and their peers. Behav Brain Funct. 
2012;8(60):1–9.
 58. Arns M, Conners CK, Kraemer HC. A Decade of EEG Theta/Beta Ratio 
Research in ADHD: A Meta-Analysis. J Atten Disord. 2013;17:374–83.
 59. Van der Molen MJW, Van der Molen MW. Reduced alpha and exagger-
ated theta power during the resting-state EEG in fragile X syndrome. Biol 
Psychol. 2013;92:216–9.
 60. Mobbs D, Eckert MA, Mills D, Korenberg J, Bellugi U, Galaburda AM, 
et al. Frontostriatal dysfunction during response inhibition in Williams 
syndrome. Biol Psychiatry. 2007;62:256–61.
 61. Wang J, Barstein J, Ethridge LE, Mosconi MW, Takarae Y, Sweeney JA. Rest-
ing state EEG abnormalities in autism spectrum disorders. J Neurodev 
Disord. 2013;5(1):24. https:// doi. org/ 10. 1186/ 1866- 1955-5- 24.
 62. Bernardino I, Castelhano J, Farivar R, Silva ED, Castelo-Branco M. Neural 
correlates of visual integration in Williams syndrome: Gamma oscilla-
tion patterns in a model of impaired coherence. Neuropsychologia. 
2013;51:1287–95.
 63. Bódizs R, Gombos F, Gerván P, Szocs K, Réthelyi JM, Kovács I. Aging and 
sleep in Williams syndrome: accelerated sleep deterioration and deceler-
ated slow wave sleep decrement. Res Dev Disabil. 2014;33:153–64.
 64. Bódizs R, Gombos F, Kovács I. Sleep EEG fingerprints reveal accelerated 
thalamocortical oscillatory dynamics in Williams syndrome. Res Dev 
Disabil. 2012;35:3226–35.
 65. Gombos F, Bódizs R, Kovács I. Increased overall cortical connectivity 
with syndrome specific local decreases suggested by atypical sleep-EEG 
synchronization in Williams syndrome. Sci Rep. 2017;7:6157. https:// doi. 
org/ 10. 1038/ s41598- 017- 06280-2.
 66. Lense MD, Gordon RL, Key APF, Dykens EM. Neural correlates of cross-
modal affective priming by music in williams syndrome. Soc Cogn Affect 
Neurosci. 2014;9:529–37.
 67. Ng R, Fishman I, Bellugi U. Frontal asymmetry index in Williams syn-
drome: evidence for altered emotional brain circuitry? Soc Neurosci. 
2015;10(14):366–75.
 68. Dykens EM. Anxiety, fears, and phobias in persons with Williams syn-
drome. Dev Neuropsychol. 2003;23:291–316.
 69. Klein-Tasman BP, Mervis CB. Distinctive personality characteristics of 
8-, 9-, and 10-year-olds with Williams syndrome. Dev Neuropsychol. 
2003;23:269–90.
 70. Hampshire A. Putting the brakes on inhibitory models of frontal lobe 
function. Neuroimage. 2015;113:340–55.
 71. Greer J, Hamiliton C, Riby DM, Riby LM. Deeper processing is beneficial 
during episodic memory encoding for adults with Williams syndrome. 
Res Dev Disabil. 2014;35:1720–6.
 72. Thomas MSC, Annaz D, Ansari D, Scerif G, Jarrold C, Karmiloff-Smith A. 
Using developmental trajectories to understand developmental disor-
ders. J Speech, Lang Hear Res. 2009;52:336–58.
 73. Dunn LM, Dunn LM, Whetton C, Burley J. British Picture Vocabulary Scale 
(BPVS-II), 2nd ed. NFER-Nelson Publishing Company. 1997.
 74. Oldfield RC. The assessment and analysis of handedness: The Edinburgh 
inventory. Neuropsychologia. 1971;9(1):97–113.
Page 15 of 15Greer et al. BMC Psychol            (2021) 9:72  
•
 
fast, convenient online submission
 •
  
thorough peer review by experienced researchers in your field
• 
 
rapid publication on acceptance
• 
 
support for research data, including large and complex data types
•
  
gold Open Access which fosters wider collaboration and increased citations 
 
maximum visibility for your research: over 100M website views per year •
  At BMC, research is always in progress.
Learn more biomedcentral.com/submissions
Ready to submit your research ?  Choose BMC and benefit from: 
 75. Klem GH, Lüders HO, Jasper HH, Elger C. The ten-twenty electrode system 
of the International Federation. Electroencephalogr Clin Neurophysiol 
Suppl. 1999;52:3–6.
 76. Moretti DV, Prestia A, Binetti G, Zanetti O, Frisoni GB. Increase of theta fre-
quency is associated with reduction in regional cerebral blood flow only 
in subjects with mild cognitive impairment with higher upper alpha/low 
alpha EEG frequency power ratio. Front Behav Neurosci. 2013;7:1–9.
 77. Hofman D, Schutter DJLG. Asymmetrical frontal resting-state beta oscil-
lations predict trait aggressive tendencies and behavioral inhibition. Soc 
Cogn Affect Neurosci. 2012;7:850–7.
 78. Greer J, Riby DM, Hamiliton C, Riby LM. Attentional lapse and inhi-
bition control in adults with Williams Syndrome. Res Dev Disabil. 
2013;34(11):4170–7.
 79. Doppelmayr M, Klimesch W, Stadler W, Pöllhuber D, Heine C. EEG alpha 
power and intelligence. Intelligence. 2002;30:289–302.
 80. Uhlhaas PJ, Roux F, Rodriguez E, Rotarska-Jagiela A, Singer W. Neural 
synchrony and the development of cortical networks. Trends Cogn Sci. 
2010;14(2):72–80.
 81. Uhlhaas P, Singer W. Developmental changes in neuronal oscillations 
and synchrony: evidence for a Late Critical Period. Proc Work Gr Hum 
Neuroplast Educ. 2010;117:218–30.
 82. van Dongen-Boomsma M, Lansbergen MM, Bekker EM, Sandra Kooij JJ, 
van der Molen M, Kenemans JL, et al. Relation between resting EEG to 
cognitive performance and clinical symptoms in adults with attention-
deficit/hyperactivity disorder. Neurosci Lett. 2010;469:102–6.
 83. Bellato M, Arora L, Kochlar P, Hollis C, Groom MJ. Atypical electrophysio-
logical indices of eyes-open and eyes-closed resting-state in children and 
adolescents with ADHD and co-morbid Autism. Brain Sci. 2020;10(5):272. 
https:// doi. org/ 10. 3390/ brain sci10 050272.
 84. Davies M, Udwin O, Howlin P. Adults with Williams syndrome: Preliminary 
study of social, emotional and behavioural difficulties. Br J Psychiatry. 
1998;17(2):273–6.
 85. Meyer-Lindenberg A, Hariri AR, Munoz KE, Mervis CB, Mattay VS, Morris 
CA, et al. Neural correlates of genetically abnormal social cognition in 
Williams syndrome. Nat Neurosci. 2005;115(7):1888–95.
 86. Porter MA, Coltheart M, Langdon R. The neuropsychological basis of 
hypersociability in Williams and Down syndrome. Neuropsychologia. 
2007;45:2839–49.
 87. Cantero JL, Atienza M, Salas RM. Human alpha oscillations in wakefulness, 
drowsiness period, and REM sleep: Different electroencephalographic 
phenomena within the alpha band. Neurophysiol Clin. 2002;32(1):54–71.
 88. Kaufmann C, Wehrle R, Wetter TC, Holsboer F, Auer DP, Pollmächer T, 
et al. Brain activation and hypothalamic functional connectivity dur-
ing human non-rapid eye movement sleep: an EEG/fMRI study. Brain. 
2006;129(3):655–67.
 89. Larson-Prior LJ, Power JD, Vincent JL, Nolan TS, Coalson RS, Zempel J, et al. 
Modulation of the brain’s functional network architecture in the transi-
tion from wake to sleep. In: Progress in brain research. 2011. p. 277–294.
 90. Kilavik BE, Zaepffel M, Brovelli A, MacKay WA, Riehle A. The ups and downs 
of beta oscillations in sensorimotor cortex. Exp Neurol. 2013;245:15–26.
 91. Lansbergen MM, Arns M, van Dongen-Boomsma MM, Spronk D, Buitelaar 
JK. The increase in theta/beta ratio on resting-state EEG in boys with 
attention-deficit/hyperactivity disorder is mediated by slow alpha peak 
frequency. Prog Neuro-Psychopharmacol Biol Psychiatry. 2011;32:47–52.
 92. Martens MA, Wilson SJ, Reutens DC. Research review: Williams syndrome: 
a critical review of the cognitive, behavioral, and neuroanatomical phe-
notype. J Child Psychol Psychiatry. 2008;49(6):576–608.
 93. Sato JR, Salum GA, Gadelha A, Crossley N, Vieira G, Manfro GG, et al. 
Default mode network maturation and psychopathology in children and 
adolescents. J Child Psychol Psychiatry Allied Discip. 2016;57(1):55–64. 
https:// doi. org/ 10. 1111/ jcpp. 12444.
Publisher’s Note
Springer Nature remains neutral with regard to jurisdictional claims in pub-
lished maps and institutional affiliations.
